Generation of platelet activating factor by intestinal mucosal epithelial cells and lamina propria mononuclear cells was evaluated to elucidate the possible role of this mediator in the pathogenesis of inflammatory bowel disease. Epithelial and lamina propria mononuclear cells were isolated from surgical specimens from control, Crohn's disease, and ulcerative colitis patients. Platelet activating factor was extracted from highly purified cell preparations with 80% ethanol after stimulation with and without 0*2 uM calcium ionophore A23187 and was measured by platelet aggregation assay. Both cell types generated platelet activating factor activity and this was generally comparable for epithelial and lamina propria cells. Basal and stimulated platelet activating factor activity of epithelial and lamina propria cells from ulcerative colitis but not Crohn's disease patients was appreciably higher than that of control. Stimulation with calcium ionophore increased appreciably platelet activating factor activity in lamina propria cells from all groups. In contrast, only epithelial cells from ulcerative colitis showed an appreciable increase after calcium ionophore induction. These results suggest that epithelial cells are important contributors to intestinal platelet activating factor generation under normal and inflammatory conditions and that epithelial cells actively play a part in the pathogenesis of ulcerative colitis.
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The pathogenesis of inflammatory bowel disease is unknown and probably multifactorial, resulting from the interaction of a variety of different genetic, environmental, immunological, metabolical, and bacterial components.' Both local cells and soluble mediators participate in the intestinal inflammatory process. Until recently most of the attention had been focused on the function of the intestinal mucosal immune system and its secreted products as these are known to have defined regulatory and proinflammatory activities. 23 PAF activity was measured by platelet aggregation using a Chrono-log Corporation aggregometer. Platelets were stirred in 400 ul of buffer containing 2-6 mM KCI, 1 mM MgC12, 137 mM NaCl, 12 mM NaHCO3, 1 3 mMCaC12, 5 5 mM glucose, 0 25% gelatine, 1 mM creatine phosphate and 10 U/ml creatine phosphokinase (pH 7 4).
ANALYSIS OF DATA
Statistical analyses were performed using Student's t test for paired and unpaired data and non-parametric Mann-Whitney test. All data are expressed as mean (SEM). A probability of p<0 05 was considered as statistically significant.
Results
PAF activity was present in extracts of both epithelial cells and lamina propria mononuclear cells, spontaneously, as well as after induction by Cal (Figure) . In epithelial cells basal and stimulated activity was not significantly different between control and Crohn's disease cells, whereas epithelial cells from ulcerative colitis cells contained significantly (p<005) higher PAF values than both control and Crohn's disease cells. Using lamina propria mononuclear cells similar results were obtained, with ulcerative colitis cells producing significantly (p<005) higher PAF values than control and Crohn's disease cells.
Unstimulated PAF activity of control, Crohn's disease, and ulcerative colitis epithelial cells was found to be similar to that of lamina propria mononuclear cells when epithelial and mononuclear cells were compared. After stimulation, however, a different pattern of PAF induction was seen between epithelial cells and lamina propria mononuclear cells (Table) . Control epithelial cells failed to respond to Cal, while cells from both forms of inflammatory bowel disease augmented their PAF activity. Only those cells from ulcerative colitis, however, increased their activity significantly (p<005) above that of unstimulated cells. In contrast, lamina propria mononuclear cells from all groups responded to CaI stimulation, the increase in PAF activity being similar among them and significantly greater when compared with that of unstimulated cells.
In patients with Crohn's disease basal PAF activity in epithelial cells isolated from ileal segments (12 6 (1 9) 
